reported with the disorder, deterioration in their eyes may be prevented or slowed. Lysine monohydrochloride reduces plasma or" nithine and corrects the apparent lysine deficiency in hyperornithinaemia (Giordano et al. 1978) . It shares a common transport mechanism with ornithine, arginine and cystine for reabsorption in the renal tubules which are thought to be saturated by the high ornithine. Additional dietary lysine should allow successful competition with ornithine for reabsorption. This was reflected by over twofold increase in ornithine excretion following lysine supplements (Figure 3) . However, the plasma ornithine levels showed only a slow decline indicating a large intracellular pool of ornithine. At the end of 10 weeks there was only a 20% reduction in plasma level and therefore the protein intake was lowered to limit dietary arginine and reduce ornithine formation ( Figure I ). This hastened the fall in plasma ornithine which after five weeks fell to 60% of pretreatment level. Continuation of treatment had no further effect even after the daily addition of large amounts of pyridoxine, coenzyme for OKT.
In untreated patients with HOGA, there is no obvious correlation between the level (10-to 20fold) of plasma ornithine and gyrate atrophy (Takki & Simell 1976) . If there is an association this may only be apparent at much lower levels (5to Io-fold). Therefore the patients' ornithine levels are being measured and the progression of the eye changes monitored under the treatment described.
JM and AM were initially diagnosed as probable cystinurias. It was only after closer examination of the chromatography patterns that the correct diagnosis was made. Plasma amino acid analysis is therefore indicated in all patients with suspected cystinuria. Reduced gastric emptying for two years, after selective vagotomy and Billroth I gastrectomy, is described in a patient where repeated investigation had failed to show a cause. Operation revealed a ball valve obstruction at the gastroduodenal anastomosis due to a hyperplastic polyp which on histology showed mild dysplastic changes.
Case report
A fit 34-year-old man underwent a selective vagotomy and Billroth I antrectomy for a duodenal ulcer three years previously. The ulcer had been causing pain for eight years. Preoperative peak acid output under pentagastrin stimulation (PAOpg) was 47.2 mmoljhour. He made a good postoperative recovery.
He remained well until one year later when he started to complain of intermittent epigastric discomfort several hours after food, bad breath and belching. In addition the patient suffered from severe episodic diarrhoea passing, on average, four loose stools on one day per week. A barium meal and follow through at that time showed a large amount of fluid in the stomach but no evidence of recurrent ulceration; the transit time between stomach and duodenum seemed to be slow and gastric emptying studies (cine isotope) confirmed delayed gastric emptying. Endoscopy revealed food debris in the stomach but again no mechanical hold up. His symptoms at that time were not severe enough for surgery.
Three years postoperatively his symptoms gradually became more severe, in particular he was complaining of epigastric fullness and nausea. On abdominal examination no abnormality was detected. Investigations showed a haemoglobin of 15.8gjdl, an ESR ofl mm/l h; urea and electrolytes and liver function tests were normal; FAOpg was 12.6 mmoljh. Barium meal showed gastric hold up. At operation he was found to have a 'ball valve' obstruction at the gastroduodenal anastomosis due to an easily palpable flap of hypertrophied gastric mucosa ( Figure I) . The region of the anastomosis was excised and a Billroth I revision anastomosis performed.
Macroscopically the polyp was 2.0 em in diameter and situated on the gastric edge of the gastroduodenal anastomosis prolapsing through the stoma into the lumen of the duodenum. Microscopically it was covered by thickened bodytype mucosa 0.3 em high, which is twice normal. There was a very small amount of normal gastric mucosa distally between the polyp and the junction with the duodenum. The tall prolapsed mucosa showed the features of a hyperplastic polyp. The surface epithelial crypts exhibited a moderate reactive dysplasia, particularly in the neck region ( Figure 2 ). Several mucus secreting glands were cystic. The lamina propria contained numerous plasma cells and smooth muscle derived from the muscularis mucosae. There was no fibrovascular core, thus suggesting that the polyp had developed from an anastomotic bulge. Mucin stains showed secretion of neutral mucins predominantly, although a few deep glands secreted acid mucins.
He recovered well from the operation and one year later has no residual symptoms whatsoever.
Discussion
Delayed gastric emptying immediately after surgery occurs in most patients who have a gastric resection, the cause usualIy being ascribed to altered gastric motility or a stomal malfunction due to oedema (Semb 1977) . However, in the immediate postoperative phase this does not represent a true postsurgical syndrome. Indeed. anastomotic stenosis arising after postoperative oedema has subsided is a less frequent problem. and when it does occur by far the commonest cause is the inflammation around a recurrent ulcer with. later on, fibrosis. Other causes of late obstruction are peri stomal abscesses and bezoars (Alexander-Williams & Hoare 1979) . Barium studies and endoscopy can be safely relied upon to diagnose these latter two causes. There ha ve been no similar cases previously recorded of late mucosal obstruction due to a polyp.
It is generally accepted that hyperplasia represents an excessive regeneration of cells following inflammatory damage to gastric mucosa (Ming 1977) . However, it is not clear why this repair should become excessive, resulting in the formation of a polyp. It may be a mechanical disequilibrium due to alteration of mucosal/submucosal stress lines altenng the movement of the mucosa on the gastric side ofthe anastomosis. The striking feature is the proximity to and limitation by the suture line.
The occurrence of dysplasia in a hyperplastic polyp is uncommon; it usualIy occurs in adenomatous polyps. The cause of the dysplastic change is unknown but may be related to a change in pH. bile reflux or even due to a build up ofnitrosamines consequent on stasis and infection. It may be relevant that animal models of experimental gastric carcinogenesis implicate hyperplasia as a premalignant change (Schlake & Nomura 1979 . Tsiftsis et al. 1980 . In one such study carcinoma was observed to develop in the polypoid anastomotic body mucosa of rats subjected to BilIroth 1 surgery. As to whether the dysplasia in this polyp represents any premalignant change is open to question.
